. Specifying c as the recombination fraction and b = 1-c as the non-recombination fiaction, the likelihood (L) or algebraic probability expression for the occurrence of the segregation patterns of the marker chromosome and any particular genetic locus was computed by summing the probabilities of occurrence for each of the possible, genotypically different pedigrees consistent with the observed or assigned phenotypes in the pedigree. Where direct typing was not possible, genotype was assigned on the basis of the requirements, in terms of genetic segregation, for obtaining the phenotypes of the tested offspring of an individual. When a unique genotype was not specifiable in this manner, a probability for each of the possible genotypes for a given individual was assigned on the basis of the population gene frequencies listed in Table 1 . It was assumed that the abnormal number 2 chromosome occurred in only one of the individuals in the first generation (I. 1 and I. 2) and did not occur in 111. 22. Once the probability expression for the pedigree was derived, the relative probability (probability ratio) for any specific recombination fraction, c, WM obtained by dividing the solution of the probability expression (cf. Appendix 11) using the specific value of c by the solution obtained when c = 0-5 (no linkage). The average probability ratio was estimated by Simpson's rule, and the probability of free recombination, assuming that the a priori expectation of finding linkage is approximately 1 in 22 in man, by the formula of Smith (1959).
RESULTS AND DISCUSSION
A photograph of a representative karyotype, illustrating the more terminally placed centromere in the abnormal chromosome, is shown in Fig. 1 . A similar karyotype was found in a total of seventeen individuals, and a pedigree which demonstrates the segregation of the abnormal chromosome is drawn in Fig. 2 . Assuming that only one individual in generation I possessed the abnormal chromosome, and omitting the proposita (IV. 4), her mother (111. S), and her grandmother (11. a), there are fourteen individuals who received the marker chromosome from a carrier parent and twelve who did not. Salblosing adrenogenital syndrome occurred in IV. 2 as well aa the proposita, but other members of the family appeared normal. Phenotypes in eighteen systems are listed in Appendix 1. The data proved informative for linkage with respect to twelve genetic loci, and, except for the Kidd and Lewis systems, the results of linkage analysis of each of these loci with regard to the abnormal number 2 chromosome are shown in Table 1 (probability expression listed in Appendix 2). At the 95 yo level of confidence, linkage with 6-PGD is not expected at c < 0-05, with Gc, Hp, PGM, and Se at c < 0.10, with ABO at c 0.15, with MNSs at c < 0.20, and with Fy at c c 0.30. Formal analysis of the probability of random segregation of the marker chromosome and alleles at the Kidd and Lewis loci is quite tedious because of the large number of individuals for whom the genotype is unknown. However, an estimate of L can be quickly obtained by considering only those individuals in generations I11 and IV for whom the genotype is completely known. I n the Kidd system there are five informative offspring (111. 2, 3, 4, 16; IV. 10) and the estimate of L is bsc2+b2c3.1n the Lewis system there are seven informative offspring (111.3,4, 6, 7, 10, 16; IV. 4) ; the estimate of L is b5c2 + Pc2. Thus, it is clear that in neither system is close linkage likely. There is little evidence for and no evidence against location of the locus for salt losing adrenogenital syndrome on chromosome number 2.
Although linkage of the abnormal number 2 chromosome was not demonstrated at the 5 yo level of confidence with any of the genetic loci listed, it should be noted that the probability for free recombination with the acid phosphatase locus is only 0.55. Since there were no recombinants in the small number of informative offspring, future studies with respect to this locus and the number 2 chromosome are clearly indicated.
SUMMARY
A pericentric inversion of chromosome number 2, segregating in the expected Mendelian ratios, has been found in seventeen individuals of one family, all of whom, except for adrenogenital syndrome in the proposita and one sib, are apparently normal. Genetic linkage of the marker chromosome with any of twelve loci was not established. However, no recombinants were found in a few individuals informative for linkage with respect to the acid phosphatase locus, suggesting the desirability of further investigation of the possibility that the acid phosphatase locus may reside on chromosome number 2.
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